LIPOCORTN 1 (Lcl) is an anti-inflammatory protein, which, given systemically, inhibits polymorphonuclear neutrophil (I'MN) emigration from the circulation to sites of inflammation; delivery of Lcl to the inflamed site is ineffective. We have examined the effect of Lcl on changes in PMN deformability, and observed a consistent improvement in the deformability of unstimulated PMN; N-formyl-methionyl-leucyl-phenylalanine (fMIa')-activated cell deformability was unaltered. A Lcl-induced increase in cell deformability may reduce PMN sequestration so contributing to the anti-migratory effects of systemic Lcl previously demonstrated in vivo.
Introduction
Glucocorticoids are powerful anti-inflammatory drugs capable of modulating both cellular and soluble components of the inflammatory response. In this investigation we have studied an anti-inflammatory, glucocorticoid-inducible 4 although these changes appear to be both time and stimulus-dependent. 3, 4 Although the details of extravasation are thought to vary between the systemic and pulmonary circulations, a reduction in cell deformability can prolong the transit time of PMN through the microvasculature, 5 thus increasing opportunities for selectin-mediated rolling adhesion of PMN to endothelial cells, this being a prerequisite under shear conditions for the leucocyte firm (CD11/CD18-mediated) adhesion which is required for PMN emigration. 6 There- albumin) at constant flow through a Nucleopore polycarbonate membrane (5 l.tm diameter pores). 9 The more rigid the cells, the longer they take to enter and pass through the pores resulting in a higher pressure. Hence, the pressure developed by a cell suspension over 6 min filtration compared to the pressure of PBS alone was measured as an indicator of cell deformability.
Statistics: Differences between treatments were assessed using a one-way analysis of variance (C) 
Results
Following pre-incubation with functional rhLcl, passive PMN from every subject (n 9) showed increased deformability compared to control cells at each time point examined up to 6 min filtration (Fig. 1) Examination of PMN by light microscopy confirmed that no cell aggregation occurred with any treatment regimen, and thus the pressures generated were indeed a reflection of cell deformability.
Discussion
In this study we observed that incubation of passive PMN with rhLcl in vitro resulted in a consistent increase in cell deformability, which occurred only when the protein was in its correct, three-dimensional conformation. The dimensions of the microvasculature impose a restraint on PMN passage, particularly in the pulmonary capillaries. 7' The disparity between the diameters of circulating PMN (6) (7) (8) Interestingly, when PMN were activated with fMLP, Lcl had no effect on cell deformability. 
